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is sometimes attended by fibrqsis. In this way atheroma is a fruitful
cause of fibrosis of the myocardium, and also leads to cerebral sclerosis
in old age. Actual rupture is infrequent but is met with in the small
cerebral perforating vessels in the aged. It is to be noted that
atheroma may be severe and widespread without leading to high blood
pressure and cardiac hypertrophy, although, of course, it may be
associated with these conditions brought about by other causes.
NATURE AXT> CAUSATION. A study of the lesions of atheroma at
different stages shows that the first change which occurs is degenera-
tion with deposition of fatty material in the deeper part of the intima
and that the fibrous thickening is mainly a secondary matter. It
may be the result of irritation due to the degenerated material, or it
may be of a compensatory nature when the wall has been weakened ;
and no doubt the general tendency to fibrous increase in the later
years of life also plays a part.
As regards the true etiology o/ atheroma, it is not possible to
assign it to any one cause, as there are a number of factors determining
its onset and distribution. The first of these is age. Although fatty
degeneration occurs early in life, and intermediate stages to atheroma
are found, the latter is essentially an affection of old age, and in its
more marked degrees may be regarded almost as a senile condition.
Conditions of local strain or tension seem to be concerned to a certain
extent. The distribution round the orifices of vessels indicates that
a mechanical factor is concerned in its distribution at least; and
it is thus likely, as Aschoff suggested, that something of the nature
of a shearing strain, by leading to loosening of the subendothelial
connective tissue, is the most important mechanical factor in deter-
mining the deposit of the fatty material. The tendency for the disease
to be most marked in the lowest part of the aorta is apparently due
to the increased hydrostatic pressure in that position. It is also to
be noted that atheroma is met with in the pulmonary artery and its
branches in conditions of increased pulmonary blood pressure, e.g.
in mitral stenosis, emphysema, pulmonary fibrosis, etc.; but here
malnutrition and diminished oxidation may play a part as well as
increased pressure. When, however, the relations of the various
mechanical factors are considered, it is not possible to make a simple
statement. We have found no evidence that long-continued high
blood pressure, such as occurs in chronic nephritis in young subjects,
leads to atheroma, and Aschoff stated a similar conclusion. Goldblatt
has also noted the absence of such changes in the vessels in experi-
mental hypertension. Recently Duguid has revived the older theory
of Rokitansky (1852) that atheromatous lesions of the aorta and
coronary arteries may result from the slow deposition of thrombus
and its subsequent organisation. He points out that small thrombi
on the arterial lining are more common than is realised and that they
are quickly incorporated in the intima by growth of the endothelium
over the surface and are later converted into fibrous tissue in which